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Lesson of the week
Rare causes of haemoptysis in suspected pulmonary embolism
M S Warburton, M A Jackson, R Norton, M Bhabra

When a patient presents with haemoptysis and pleuritic
chest pain, a pulmonary embolism is an important and
common diagnosis to consider. There is a tendency
in busy medical admissions units to start treatment of
certain conditions without thorough investigation, with
the intention of reducing delays in starting treatment.
Patients are usually treated for suspected pulmonary
embolism with heparin early to reduce mortality and
morbidity. It is important, however, to remember other
less common causes of haemoptysis.

Case report
A 59 year old woman was admitted to our medical
assessment unit with chest pain and haemoptysis. She
had experienced pleuritic left sided, chest wall pain
intermittently for the previous week, with gradually
increasing intensity. On the day of admission she had
also produced about a cupful of bright red blood while
coughing. She had no medical history of note, except
that she was a smoker.

On admission the patient was in distress but not
objectively dyspnoeic—her respiratory rate was not
raised and her oxygen saturations on air were 97%. She
did not show any signs of shock; she had no tachycar-
dia and her systolic blood pressure remained around
120 mm Hg throughout. Chest examination showed
some decreased air entry at her left lung base with a
loud pleural rub. She had no cardiac murmurs, and no
clinical evidence was found of a deep venous thrombo-
sis in her legs or pelvis.

The admitting doctor’s differential diagnosis
included pulmonary embolism, pneumonia, and carci-
noma of the lung; a plain chest radiograph and routine
blood tests were ordered including a d-dimer assay.

The chest x ray film (fig 1) showed moderate left
basal shadowing with blunting of the right costo-
phrenic angle. There was no cardiomegaly, and, impor-
tantly, the mediastinum appeared normal.

Blood tests indicated a mild anaemia (haemoglobin
96 g/l), a raised white cell count (28.5, neutrophils 25.9)

Fig 1 Chest x ray film showing moderate left basal shadowing with
blunting of the right costophrenic angle
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and a normal prothrombin time. A d-dimer assay was
greatly raised at 3893 (normal < 250) ng/ml. Inflamma-
tory markers were raised, with an erythrocyte sedimen-
tation rate of 73 seconds and a C reactive protein of
411 mg/l. Her alkaline phosphatase was mildly raised,
though corrected calcium and the rest of her liver
enzymes were normal. Renal function was normal and
blood cultures were subsequently reported as “no
growth.”

Based on the chest radiograph and inflammatory
markers, treatment was initially begun for a left basal
pneumonia with oral co-amoxiclav (amoxicillin 500
mg, clavulanic acid 125 mg). She was not started on low
molecular weight heparin as is the case normally for
suspected pulmonary embolism. She was admitted
overnight and seen in the morning by the on-call con-
sultant. She had made no improvement and needed
opioids to control her pain.

The consultant on call was concerned that this was
an atypical presentation for a pulmonary embolus and
arranged urgent spiral computed tomography of the
patient’s thorax to elucidate the cause of the chest pain.
The tomogram showed an aneurysm of the lower part
of the descending thoracic aorta with surrounding
haematoma (fig 2). She was immediately transferred to
the local cardiothoracic unit for surgery.

Through a posterolateral thoracotomy and with
partial cardiopulmonary bypass, the aneursymal
segment of the aorta was replaced with a Dacron tube
graft. There were no postoperative complications. A
mixed growth of Gram positive and Gram negative

cocci was cultured from the contents of the aneurysm,
and so although the patient was clinically well, she was
treated with a course of intravenous antibiotics.

Discussion
Thoracic aneurysms are rare, estimated at 6 per
100 000 a year.1 In contrast, pulmonary embolism is
more common (60 to 70 cases per 100 000 a year).2 We
know that “common things occur commonly,” and
since pulmonary emboli have a considerable mortality
associated with them, there is a great temptation to
treat before the diagnosis is confirmed. The British
Thoracic Society recommends initial investigation with
d-dimer assays and, if combined with a high clinical
suspicion, treatment with low molecular weight
heparins until imaging is available. In this case,
however, to have given any kind of anticoagulation
might have proved fatal.

The society’s guidelines also state that if a
pulmonary embolus is ruled out (or thought unlikely)
then high resolution or multislice computed tomogra-
phy is necessary to identify the true nature of the pain.

The clues that pointed this case towards an
“atypical” chest pain were the high white cell count; the
large level of haemoptysis; no significant hypoxia; no
evidence of deep venous thrombosis on clinical exami-
nation; and a pain much more severe than would be
expected for pulmonary embolism.

This mode of presentation is also somewhat unusual
for a thoracic aortic aneurysm in terms of the nature of
the pain and the presence of haemoptysis. The location
of the aneurysm was such that it was not apparent on
the plain chest radiograph. The identification of
micro-organisms would suggest an infective aetiology.

We advise to always consider alternative diagnoses
of pulmonary embolism if atypical features are present.
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Fig 2 Spiral computed tomogram showing aneurysm of lower part
of descending thoracic aorta with surrounding haematoma
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Occupational asthma

Occupational asthma is the most common form of occupational
lung disease in developed countries. As more new chemicals are
produced, people will become exposed to more respiratory sensitisers
and irritants. About 10% of patients with adult onset asthma have
occupational asthma, and it can affect not only their health and
quality of life but also their jobs and finances. For these reasons, you
should always consider the diagnosis in people who develop asthma
as adults. Since the prognosis is related to the duration of the
exposure, it is important to diagnose and treat patients promptly.

Many myths about occupational asthma persist despite being
disproved by evidence. For example, not all patients feel better

when they take a weekend off work: many patients require 7-10
days for symptoms to resolve. And you don’t need to tell patients
to stay away from work while the diagnosis is being considered
unless they are very ill.

To find out more myths and facts on occupational asthma, try
BMJ Learning’s new module on bmjlearning.com. Our interactive
learning website offers online resources to train and test your skills
in a variety of clinical and non-clinical topics.
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